Propranolol, diphenylhydantoin and tetrodotoxin showed inhibitory or removal effects on fibrillation induced in isolated rabbit atrial muscle strip. Depending upon methods of induction of fibrillation, effects of these drugs were different. The mode of their action seemed to be due to following electrical natures of each drug in its effective dose.
•}showed an inhibitory effect. Fibrillation occurred still occasionally.
• 5.0ƒÊg./ml. (Fig.  5C ). Presumably the anti-fibrillatory mechanism of propranolol lies comparatively more in depression of ectopic spontaneous activity, and that of diphenylhydantoin lies comparatively more in depression of sodium carrying system. Tetrodotoxin has both effects equally strongly. This mode of action of propranolol is supported from the results of our previous experiments on dichloroisoproterenol and pronethalol.1) There we showed directly that the slow diastolic depolarization of dog Purkinje fibers, induced by adding adrenaline or spontaneously, was depressed by these drugs. There is some doubt whether tetrodotoxin has the same selective inhibitory effect on the sodium carrying system with myocardial fibers and especially with specialized cardiac fibers as was shown by Narahashi, et al.2),3) with the nerve or the skeletal muscle fiber, since we showed4) that the sinus node retained spontaneous activity in a much larger concentration of tetrodotoxin than was reported from the studies with such tissues. For the same reason, clinical application of tetrodotoxin as an anti-fibrillatory agent may not be so effective as was observed in this study:
the dose effective for removal of fibrillation may be toxic to other tissues.
Whether the prolongation of the duration of the action potential is essential for anti-fibrillatory effects or not is rather controversial at present. But we found that propranolol caused rather shortening of this duration, while it had such effects.
